endemic types with KSHV infection and without HIV coinfection, occurs disproportionately in men. As we mentioned in our paper, a number of previous epidemiology studies showed that the agestandardized incidence rate of KS was 12.3 and 4.6 per 100,000 in African males and females, respectively. In older age groups, KS was about 10 times more common in males. Regarding the gender-associated seroprevalence of KS-associated herpesvirus (KSHV), the causative agent of KS, a recent evidence-based meta-analysis indicated that KSHV preferentially infects males in Africa, and a We recently published an article titled "Male hormones activate EphA2 to facilitate Kaposi's sarcoma-associated herpesvirus infection: Implications for gender disparity in Kaposi's sarcoma" in PLOS Pathogens. Previous studies have shown that the incidence of Kaposi's sarcoma is higher in males, however the reason has not been addressed. In our study, we found that male hormones and its receptor (AR) can promote KSHV infection by activating an important cellular signaling pathway. Our findings suggested that males are more vulnerable to infection of KSHV due to the male hormones, providing an explanation to the higher incidence of Kaposi's sarcoma in males. We will be answering your questions at 1pm ET --Ask Us Anything! Hello! Thank you for doing this AMA, and for your research. Bearing in mind this is very much not my field, can you explain how it is that male hormones introduce this vulnerability? StonedPhysicist Ke: In our study, we have confirmed the role of both AR and its ligand in promoting KSHV primary infection in target cells. Meanwhile, AR inhibition led to a dramatically decreased number of perinuclear-accumulated virus particles during early KSHV entry stage. Mechanically speaking, the effect was resulted from the interaction of AR with a known KSHV entry receptor EphA2. We found that AR can promote the phosphorylation of EphA2 at residue Ser897, which is critical for successful KSHV infection.
REDDIT
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Hello. Can this receptor be influenced or modified to reject the bad code. Like a firewall or a moat. I have little knowledge in this area so please forgive. yesmaybeyes Ke & Xing: Thanks for asking. In theory, it can be influenced. But the risk would be high if the receptor to be directly editted. The clinical implications of these findings include two aspects: Firstly, the reasonable inhibition to male sex steroids in those advanced KS patients may lead to clinical advantage. Because in KS lesion, the vast majority of KS spindle cells are latently infected with KSHV, however the virus in a small proportion of the infected cells can undergoes lytic replication spontaneously leading to the production of mature virus. Our finding postulated a novel role of male hormones as internal stimuli that facilitate the secondary infection by those newly made virus which contribute to the pathogenesis. Secondly, we found that the phosphorylation of the Ser897 of KSHV entry receptor EphA2 may provide a potential therapeutic target for KS patient.
Given the potential infection-promoting role of AR, would it be possible to retrospectively examine the incidence of KSHV infection in populations that have been using AR inhibitors? I suppose this information might not be available.
RhyDonCorleone
It would be interesting to examine. To our knowledge, the information is not available as you said. Thank you.
Can we still ask a question? mom4tabj Yes.
PLOS SCIENCE WEDNESDAY: HI REDDIT, WE'RE KE LAN, XING WANG, AND ZHE ZOU AND OUR FINDINGS HELP EXPLAIN WHY MEN ARE MORE SUSCEPTIBLE TO KAPOSI'S SARCOMA HERPES VIRUS INFECTION THAN WOMEN -ASK US ANYTHING! : REDDIT
